the urine. A second course was therefore instituted five days later, giving 2 g in 500 ml normal saline, intravenously over a period of two to three hours, once daily for five days, as recommended by Leckie & Tompsett (1958) . Her twenty-fourhour urinary excretion of lead on this regime was 3-63 mg on the first day, 2 65 mg on the second and 1-80 mg on the fifth. She became much brighter after this treatment and lost her headaches, and was finally discharged well on 2.6.60. .60: She looked a different woman, healthy, and much more alert physically and mentally. Her papillcedema had disappeared. Hb 106%. No punctate basophilia seen. Discussion: With modern exhaust-ventilation techniques and sensible and thorough care of the workers in factories using lead, lead poisoning and particularly lead encephalopathy has become a rarity. Lead encephalopathy may present with epileptiform convulsions, coma, delirium, transient paresis, aphasia and headache, and chronic cases may show mental dullness, poor concentration and memory, trembling and deafness.
Calcium di-sodium versenate forms a very stable complex with lead, and does not cause tetany in man (Spencer et al. 1952) . It is best given by intravenous injection, being only poorly absorbed by mouth (Sidbury 1953) . It is most effective when given over a period of three to six hours and increasing the daily dose above 2 g causes no appreciably greater increase in lead excretion (Leckie & Tompsett 1958) . We found here that a rapid once-daily injection was unsatisfactory, and more prolonged administration was necessary. Sodium versenate has been known to cause acute renal tubular necrosis in man, though not the calcium di-sodium salt (Lancet 1955 , Dudley et al. 1955 .
It must be emphasized that though the presence of punctate basophilia and urinary coproporphyrin III in significant amounts implies increased lead absorption, it does not necessarily imply lead poisoning (see Table I ), as the patient may not be susceptible (Hunter 1959) : the presence of specific The patient is a young woman who suddenly developed severe ascites. Inoperable malignant disease was diagnosed but at laparotomy gross hepatomegaly and splenomegaly with a raised portal venous pressure suggested a diagnosis of the Budd-Chiari syndrome, and this was confirmed by liver biopsy. Polycythkmia rubra vera proved to be the underlying cause. The importance of this case lies in the dramatic response by an apparently dying woman to treatment with anticoagulants and pyrimethamine.
History: nine days' malaise and nausea (beginning the day after a party). Eight days' swelling of abdomen and loose motions. Seven days-eyes appeared yellow, urine dark and motions grey. From then until she was admitted progressive abdominal enlargement occurred. At no time did she have abdominal pain, apart from a feeling of tightness. Hmmoconcentration was not thought a likely explanation of these findings in view ofpersistently raised results, and polycythmmia rubra vera was diagnosed.
Fig 2 Recanalizing thrombus
Progress: In view of the severity of her illness it was decided to start treatment with anticoagulants. Phenindione was given in sufficient dosage to keep the prothrombin time at two to three times the control. Initially only 10 mg daily was required, but as the patient's clinical state improved the amount of phenindione had to be increased until a daily dose of 50 mg was reached after three months. Requirements have since been stable. The ascites was treated by hydroflumethiazide 200 mg daily five days per week, together with mersalyl 2 c.c twice weekly. Paracentesis at approximately fortnightly intervals was required for two months but has not been required since 9.3.60. Pyrimethamine 25 mg daily was given from 30.1.60 for the polycythmmia (see Fig 3) .
18.2.60: Barium swallow showed no cesophageal varices. 11.3.60: An attempt was made to demonstrate the inferior vena cava radiologically by a venogram via the femoral route. It was hoped to exclude stenosis of the inferior vena cava (there has never been any clinical evidence of this). Unfortunately, the catheter penetrated the wall of the inferior vena cava and the dye extravasated. Following this procedure the patient's condition was satisfactory and she was discharged home on 13.3.60. 16.3.60: Readmitted with hemorrhage from the wound in the left groin through which the cavagram was attempted. The bleeding ceased after extensive diathermy though a 2-pint blood transfusion was required. The wound was slow to heal but eventually she was discharged on 13.4.60.
22.4.60: Hb 75%, W.B.C. 5,300, P.C.V. 36%, platelets 203,000. Pyrimethamine was stopped on 6.5.60 and as the ascites was controlled mersalyl was also stopped.
14.5.60: Readmitted because of rapidly progressing pallor and bruising. Hb 46%, W.B.C. 1,600 (neutros. 70 %, lymphos. 26%, monos. 4%), platelets 41,000 per c.mm. Liver function tests: Serum bilirubin 1*5 mg0%, S.G.O.T. 22 units, alkaline phosphatase 38-2 K.A. units, thymol turbidity 1 unit, zinc sulphate 5 units. Following a 2-pint blood transfusion she gradually improved. A repeat barium swallow showed no evidence of cesophageal or gastric varices.
She was allowed home on 25.5.60 and has since been treated as an outpatient on long-term anticoagulant therapy. November 1960: The patient feels extremely well. She has been working (as a secretary) full time for two months. Examination reveals no ascites or oedema. The liver is palpable 3 cm and the spleen 5 cm below the costal margin.
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Discussion: The Budd-Chiari syndrome is a condition characterized by occlusion of the hepatic 00 veins by thrombi with resultant hepatomegaly from intense centrilobular sinusoidal congestion. so The development of the condition is usually rapid a with upper abdominal pain, ascites, portal hyper-60 > tension, liver failure and death. Gibson (1960) distinguishes Chiari's disease from the Budd-160 x Chiari syndrome, the primary lesion in Chiari's disease being occlusion of the ostia of the hepatic 1 S 2 0 veins.
The Budd-Chiari syndrome is allied to the condition of veno-occlusive disease of the liver found in Jamaica. Stuart & Bras (1957) attribute this to poisoning by 'bush teas' made from senecio and Crotalaria retusa plants. The characteristic histological picture is thrombosis of the smaller hepatic veins with sparing of the larger hepatic veins, the opposite to that usually described in the Budd-Chiari syndrome.
The etiology in cases of the Budd-Chiari syndrome is often obscure though Palmer (1954) lists many causes. Polycythammia rubra vera is a well-recognized cause, though most authors point out the difficulty in distinguishing this from hiemoconcentration in the acute phase. Fitzgerald et al. (1956) report a young woman whose polycythmmia responded to treatment with radioactive phosphorus. Parker (1959) in a review of the literature, mentions 14 cases in which polycythemia was suspected. In the present case the very high platelet count and raised white cell count were felt to confirm the diagnosis of true polycythaemia; Blood volume studies were not possible. Pyrimethamine (Daraprim) is an antimalarial drug with a weak anti-folic acid action. Isaacs (1954) found it of value in the treatment of polycythemia rubra vera even in patients resistant to radioactive phosphorus. An annotation in the British Medical Journal (1956) mentions the possibility of a rapid fall in red cells and this was seen in this patient as part of a fall in all elements of the bone-marrow (see Fig 3) .
It seems rational to treat a disease characterized by progressive venous thrombosis with anticoagulants. Norris (1956) reports a case where anticoagulants were used. Treatment was begun with phenindione 100 mg twice daily, but within twenty-four hours the prothrombin time rose to 75 seconds and anticoagulants were stopped. Norris feels anticoagulant therapy is hazardous. In the present case the pre-treatment prothrombin time was 18 seconds (control 12 seconds) and therefore treatment was begun with very small doses of phenindione, though the dose had gradually to be increased as the patient's clinical state is 231 IV improved. Coincidentally the necessity for paracentesis ceased and the requirements of diuretics diminished.
The prognosis in this case is uncertain. It seems likely that cirrhosis will develop following the gross destruction of liver cells in the biopsy. Nevertheless, reticular stains showed that the architecture of the liver was undisturbed and the capacity of the liver to recover from gross destruction is well recognized. The liver function tests are still abnormal, but the absence of cesophageal varices is an encouraging feature.
ADDENDUM: March 1961: Patient remains well on long term anticoagulant therapy.
The following cases were also shown: The condition of non-specific pericarditis (socalled idiopathic or benign) has been well known for many decades. Most authors writing recently on it regard it as a syndrome of varied wetiology. It has been reported following trauma, and serum injections, and in association with mumps, infectious mononucleosis, atypical pneumonia, upper respiratory infection. In particular the association with epidemic pleurodynia has been repeatedly noted (Bing 1933 , Aagaard & Jensen 1952 .
Recently Coxsackie group B viruses have been shown to be constantly associated with epidemic pleurodynia, as well as with cases of infantile myocarditis and a proportion, perhaps a fifth, of aseptic meningitis cases. However, only in the past three years has the association with nonspecific pericarditis been reported. There appear to be 21 cases in the American literature (see Table  1 ) but only 2 cases have been reported from this country, both from Northern Ireland (Fletcher & Brennan 1957 , 1958 . In only 2 cases was the virus cultured from pericardial fluid, thus fulfilling Kilbourne's (1952) criteria that to establish a diagnosis of virus infection an adequate antibody response to a grown virus should coincide with the patient's illness, that the virus should be recovered from the pathological specimen, and that there should be no other known pathogen related to the patient's disease. Of the other 21 cases there was an antibody response in 9. This was associated with positive stool cultures in 5 but in view of the existence of symptomless excreters the significance of this is uncertain. In no less than 12 of the reported cases the evidence rested on convalescent titres only, some of which appear to be rather on the low side.
In the present case a high and rising titre to Coxsackie group B4 viruses coincided with clinical and electrocardiographic evidence of pericarditis.
Case Report P B, male, aged 25. Hospital electrician. Presented on 2.5.60, complaining of dull aching lower substernal pain which had come on suddenly eighteen hours previously. It had subsided overnight but recurred that morning when he exerted himself at his work. The pain was made worse by sudden or violent trunk movements. He had felt shivery and hot and cold at the time of the onset. Three months previously he had been treated for acute superficial keratitis, presumably viral, which had completely subsided after a few weeks.
